Streptococcus pneumoniae is one of the most important bacterial pathogens in man. We report an uncommon complication of pneumococcal infection limb necrosis due to peripheral embolism.
CASE HISTORY
A woman of 58 was brought to our hospital after her family found her collapsed at home. She had felt unwell for a week and had lost her appetite; two days earlier she had had a rigor. On the morning of her collapse she had complained of nausea and headache.
She was febrile and comatose (Glasgow coma scale 6/15). On chest auscultation there were bilateral crackles and wheeze. She had a leukocytosis and a chest radiograph showed right upper lobe consolidation. Cerebrospinal fluid, obtained after a normal computed tomographic brain scan, had a low glucose concentration and a raised neutrophil count (500 cells/mL); Gram-positive cocci were seen. Sepsis with pneumonia and meningitis was diagnosed and cefotaxime was administered. The patient became increasingly hypotensive, hypoxic and acidotic. She was transferred to the intensive care unit where she was ventilated.
Over the next three days she required inotropic support and haemofiltration. Despite adequate atrial pressures her cardiac index remained low. On the fifth day a lesion appeared on her left foot ( Figure 1 ). The posterior tibial pulse was palpable; the lesion overlay the dorsalis pedis. Transthoracic echocardiography showed a large mass attached to the aortic valve, consistent with a vegetation. There was moderate aortic regurgitation. S. pneumoniae, fully sensitive to penicillin, grew from blood, sputum and cerebrospinal fluid. Her antibiotic regimen was changed to benzylpenicillin as monotherapy.
By the seventh day of her illness the patient was well enough to be moved out of intensive care. However, signs of aortic regurgitation grew more pronounced and firstdegree heart block developed. On day thirteen acute pulmonary oedema ensued, and the aortic valve was replaced with a St Jude mechanical prosthesis. The native valve was grossly regurgitant and the non-coronary leaflet had been destroyed. There was an aortic root abscess and the anterior leaflet of the mitral valve had a hole, which was repaired.
Biopsy of the skin lesion showed necrotic epidermis and upper dermis. occlusion of the distal popliteal artery. During surgical exploration of the wound the ankle joint and metatarsal heads were seen to be necrotic and on the forty-fifth day of her illness a below-knee amputation was performed. She was discharged after eight weeks of intravenous antibiotics and made a good recovery. COMMENT Before penicillin, S. pneumoniae was a common cause of infective endocarditis, responsible for more cases than Staphylococcus aureus. The disease is now rare (less than 2% of endocarditis)1. The triad of endocarditis, pneumonia and meningitis is well recognized2. In a study of 325 episodes of pneumococcal bacteraemia at a hospital over a five-year period there were 7 cases of endocarditis3. Among 9 cases with both pneumonia and meningitis, 4 also had endocarditis. Peripheral embolism, the presumed cause of our patient's leg lesion, is said to be an uncommon feature of pneumococcal endocarditis4. However, femoral artery embolism has been reported5, as have other metastatic complications including stroke and septic arthritis.
Pneumococcal endocarditis often occurs on normal valves. Alcoholism has been cited as an important risk factor (our patient and her family denied that she was a heavy drinker). The disease has a predilection for the aortic valve and often causes myocardial abscesses and conduction defects. The incidence of acute heart failure is high, as is the mortality (50%)1.
The principles of antibiotic therapy in infective endocarditis are that it should be intravenous, of long duration, and in bactericidal doses. For many organisms synergistic combinations are employed but for penicillinsensitive S. pneumoniae benzylpenicillin alone has been most often used in reported cases. Valve replacement is commonly requiredl. As in other forms of infective endocarditis the most important indication for surgical intervention is the development of heart failure6. Our patient had an additional indication-intracardiac extension of her infective process (an aortic root abscess). A single peripheral embolic event would not alone be regarded by most authors as reason for operation. We have found only one reported case of painful ejaculation as a complication of inguinal hernia repairl. Here we describe two cases arising after Halsted repairs.
Painful ejaculation after

CASE HISTORIES Case one
A man aged 63 described discomfort in his right groin that had started three months after a Halsted inguinal hernia repair. It was continuous but worse on walking or coughing, resembling the discomfort he had had before the operation. In addition, however, the patient described severe pain around the area of the herniorrhaphy scar, only on ejaculation. This pain was localized, with no radiation into the scrotum. It was 'like a red hot poker' and was sufficient to stop him having sexual intercourse. He was otherwise fit and well.
On examination there was decreased sensation to light touch in the area of the ilioinguinal nerve. All other findings were normal. Initially he was seen in a pain clinic and he was referred for surgical exploration when treatment with amitriptyline and lumbar sympathetic nerve blocks had failed. At exploration the spermatic cord was found anterior to the external oblique aponeurosis and was noted to be twisted and stuck to surrounding scar tissue. There was obvious tension on the vas together with 'omega'-shaped kinking medially. These structures were dissected out and freed such that the vas was tension-free at the end of the operation. The inguinal canal was opened and the cut ilioinguinal nerve was identified and traced back to its origin where it was cut cleanly away from the scar tissue. A darn
